[The total antioxidant capacity and low-molecular antioxidant concentration in plasma of type-2 diabetes patients with different stage of metabolic compensation and concomitant diabetic nephropathy].
The experimental and clinical researches suggest important role of advanced glycation end products (AGE) and oxidative stress in pathogenesis of diabetic angiopathy also including nephropathy. It is especially pointed at by the research done on inadequately controlled long-term diabetes. The aim of the study was to asses the total antioxidant capacity of plasma as well as the concentration of low-molecular antioxidants in plasma in diabetes type 2 patients in different stage of metabolic compensation and concomitant diabetic nephropathy. 91 diabetes type 2 patients took part in the research (31 patients with metabolic compensated diabetes, 14 patients with metabolically decompensated diabetes, 14 patients with incipient and 16 patients with overt nephropathy). The control group consisted of 40 healthy men. The total antioxidant capacity was fluorometrically marked by means of ficoerythryne. The concentration of low-molecular antioxidants in plasma was marked on the basis of the time of free radicals scavenging by means of Trolox (6-hydroxy-2, 5,7, 8-tetramethethylchroman-2-carboxylic acid) of known concentration. In patients with diabetes type 2 the total biggest antioxidant capacity was noted in metabolically compensated diabetes group and the total lowest antioxidant capacity was noted in diabetic patients with overt nephropathy. The highest mean concentration of low-molecular antioxidants was noted in metabolically compensated diabetes group and the lowest in diabetic patients with overt nephropathy. These differences were statistically significant. In patients with diabetic nephropathy with the development of the disease significant insufficiency of plasma antioxidant barrier is noted. Diminishing of the total antioxidant capacity and depletion of plasma antioxidants noted in diabetes type 2 patients, especially inadequately metabolically controlled may constitute the essential pathogenetic factor of vascular complication in diabetes.